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in which marked fatty change occurs in the liver is hyperthyroidism
and in this also an irregular cirrhosis may develop. In some cases of
multilobular cirrhosis there is a pronounced accumulation of iron in
the liver together with some iron-free brown pigment and the term
' pigment-cirrhosis' is applied. This condition is much commoner
in males. The liver may be the only organ affected or there may be
siderosis and fibrosis of the pancreas and other viscera amounting
to the complete picture of hdzmochgomatosis (p. 161). In this disease
there is generally a fine cirrhosis with enlargement of the liver, but
sometimes it is of coarse atrophic type and we have seen it progress
to nodular hyperplasia and primary liver-cell carcinoma. The degree
of cirrhosis and the intensity of iron storage are not closely correlated
and there is no evidence that the cirrhosis results from the accumula-
tion of haemosiderin, in fact it precedes it. From a study of cases of
aplastic anaemia repeatedly transfused with blood we have found that
intense hsemosiderosis of the liver, spleen, pancreas, kidneys, bone
marrow, etc. results from failure to utilise the iron in the synthesis
of new haemoglobin, but this iron storage per se has no harmful effect
on the viscera and, in contrast to the condition in hsemochromatosis,
fibrotic changes in the liver and pancreas do not develop, thus con-
firming our experimental results with colloidal iron.
Kinnier Wilson described a form of coarse cirrhosis of the liver in
young subjects associated with bilateral degeneration of the lenticulate
nuclei and showing a distinctly familial character, but no association
with Rh or other maternal blood-group incompatibility has been
detected. There is also a form of juvenile cirrhosis not accompanied
by lenticulate degeneration, to which several members of the same
family may succumb in.their early years. In an investigation of
three such families we have not obtained a history of neonatal jaundice
or anaemia ; the mother of only one was Rh negative and in none was
there evidence of maternal iso-immunisation against any Rh sub-
group. The etiology of such cases is obscure, but terminally our cases
were associated with* marked cellular necrosis and jaundice in addition
to signs of portal obstruction.
In the syndrome known as Banti'jsjlisease (p. 529) the splenic
enlargement and ansemia are accompanied by cirrhosis of the liver
which may ultimately be of atrophic type, but the interrelationships
of the liver and spleen in this syndrome are not yet clarified. All
cases of atrophic cirrhosis with portal hypertension do not develop
the features of Banti's disease.
EFFECTS. The chief effect of atrophic cirrhosis is portal congestion
with splenic enlargement, and this is ultimately followed by ascites,
which necessitates the withdrawal of large quantities of fluid (p. 623).
Thrombosis of the portal vein occasionally occurs as a complication;
it intensifies the portal obstruction and the ascites, the fluid commonly
becoming blood-stained. Portal cirrhosis almost invariably leads to
varicosity of the cesophageal veins above the cardiac orifice of the